ALLERGIC rhinoconjunctivitis is the most common atopic condition encountered in clinical practice. Analysis of the pathogenesis of this condition permits identification of optimal therapeutic targets. The 
Allergic rhinitis may be seasonal or perennial. Seasonal allergic rhinitis, also known as hayfever, is caused by sensitivity to aeroallergens such as pollens. Triggering allergens for perennial allergic rhinitis are house dust mite, animal dander and mould. Seasonal and perennial allergic rhinitis display similar symptomatology, with both conditions characterised by nasal itching, sneezing, congestion and rhinorrhoea. However, symptoms of perennial allergic rhinitis tend to be less severe, except under conditions of high allergen exposure.
The past decade has witnessed an increasing interest and understanding of the inter-relationship between the upper and lower respiratory tract. In some patients it seems that allergic rhinitis may predispose to the development of asthma, the most serious manifestation of airway allergy, 3, 5 suggesting that allergic rhinitis should therefore be regarded as a risk factor for development of generalised airway disease. This is further implied by the common association between allergic rhinitis and bronchial ( 1994 Rapid Communications of Oxford Ltd hyperreactivity. Recent data also suggest that asthma symptoms may improve with appropriate treatment of nasal symptoms in patients with concomitant rhinitis and asthma. 7, 8 The nasal mucosa shares several structural similarities with the tracheobronchial mucosa, most notably the respiratory epithelium with its basement membrane and the adjacent submucosa containing microvessels and glands. Perhaps more importantly, a number of functional similarities also exist. 1 15 regulate the mucosal blood content. In the lower part of the lamina propria, arteriovenous shunts allow the blood to bypass the capillary network, and it has been suggested that these shunts may be involved in nasal thermoregulation. 6 Normally, exchange of solutes occurs across the capillary endothelium. However, when the mucosa is inflamed, the endothelium of the postcapillary venules regulates the plasma exudation process, iv The presence of venous sinusoids, which are very abundant in the nose, has also recently been demonstrated in the bronchi. 18 The allergic reaction '6 This increased responsiveness of hyperreactivity to rechallenge with the specific allergen and other nonspecific stimuli is seen not only during experimental nasal provocation studies (Fig. 1 34 Ultrastructural studies of mast cells have demonstrated that the nasal mucosal mast cells are redistributed from their normal pre-seasonal habitat in the stroma into the epithelium during natural pollen exposure, a phenomenon known as intra-epithelial migration. 5, 6 The migratory capacity of the mast cell has also been demonstrated after nasal allergen challenge. 7 In contrast, the migratory capacity of the blood basophil during seasonal disease is controversial. Some authors have reported an increased number of blood basophils during natural pollen exposure, 8 while other studies have failed to confirm these changes. 35, 36 However, these discrepancies may partly be due to methodological differences. Histamine is also an important mediator in the central nervous system and gastric mucosa. 47 Histamine is stored in large amounts in metachromatic granules of mast cells and basophils and is rapidly metabolized by one of two enzymatic pathways, either histamine N-methyltransferase or oxidation. 48 There has been increased interest and research concerning the role of potential mediators such as platelet activating factor, leukotrienes, bradykinins and neurogenic mediators in the pathogenesis of the allergic reaction in recent years. However, histamine is still the only mediator which mimics the full spectrum of nasal symptoms of the immediate allergic response when topically applied to the nasal mucosa. Furthermore 
